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Abstract HMI-PRED: A powerful computational approach to identify host-pathogen interactions
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some of which are also identified experimentally by others. We also observed that these Figure 3. (a) Template interface set. (b) Workflow of HMI-PRED. (c) The main page of HMI-PRED webserver (https://interactome.ku.edu.tr/nmi/index.php)
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details about the infection mechanism.

proteins are partners of mutant variants. *E484K & S494P mutations are detected in some seguences of UK variant, but not all. (Mutations obtained from CDC)
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